. These observations accord with clinical opinion in Jamaica where it is generally accepted that occlusive coronary artery disease is not usually severe and myocardial infarction in particular is relatively rare.
A study of hypertension and heart disease is at present being carried out by the Medical Research Council's Epidemiology Unit in Jamaica (Miall et al., 1972a ). An Fig. 1 where the area of each rectangle is proportional to the number of subjects involved. (Ashcroft & Miall, 1969) .
The 5-year interval between the initial and followup surveys of this population provided an opportunity to study factors associated with the progression and incidence of ECG abnormalities (Miall et al., 1972c) and the influence of hypertension, effortpain and ECG changes on mortality (Miall et al., 1972b (Sokolow & Lyon, 1949) and Estes' score (Estes, 1966) and one of impaired left atrial activation- Morris' Index (Morris et al., 1964) revealed considerably higher prevalences of severe ECG-LVH and left atrial damage in men than in women, despite their lower prevalence of hypertension (Fig. 3) . Their association with hypertension, 'ischaemic' patterns, systolic murmurs and effort pain, which occurred particularly in those with atrial damage, is described elsewhere (Ruiz, Miall & Swan, 1972) .
Cardiovascular diseases in general, and heart disease in particular, were the major causes of death during the first 7-8 years of observation following the original survey. Age-adjusted mortality ratios showed that effort pain and ECG 'ischaemia' appeared to have independent prognostic values (Fig. 4) ; the prognosis of each was worse when associated with hypertension as would be expected. Hypertension in the absence of either effort pain or ECG abnormality carried no adverse prognostic significance in this population during the follow-up period. Necropsies were performed at the University Hospital on twelve subjects who had either effort pain, ECG 'ischaemia' or both, at the survey. Five of the twelve showed coronary atheroma of a severity which could account for the clinical findings; four had obvious myocardial scarring and one of these had severe small vessel disease in addition to occlusive changes in the extramural arteries. Seven of the twelve showed minimal atheroma and little macroscopic evidence of myocardial fibrosis; three were hypertensive and four normotensive. The heart weights of the latter were 610, 580, 505 and 340 g; one had given a history of angina and infarction and had small artery disease with normally patent major coronary vessels.
It will need a careful clinico-pathological study of a representative Jamaican rural population to determine the contributions of hypertension, coronary atheroma, small artery disease and unexplained myocardial hypertrophy to the overall pattern of myocardial disorders seen in the general population. It is well known that hypertrophied hearts without atheromatous arteries may cause angina and ECG abnormalities, as in hypertrophic obstructive cardiomyopathy where the major vessels are of unusually large calibre. Recent studies of the haemodynamic changes accompanying angina have demonstrated that it is frequently associated with sudden left ventricular distention (Parker et al., 1966; and that this may be due to other factors than an inadequate arterial supply from major vessels (Fowler et al., 1969; Parker et al., 1969 
